Recent reports have drawn attention to false positive test results for ketones caused by several free sulphydryl-containing compounds and to instances where this phenomenon has produced false positive results for ketonuria when patients are receiving mesna' or captopriJ.2 This has led to misinterpretation and even inappropriate therapy.' We wish to report an instance where the combination of this chemical interference and a common error in blood sampling produced artefactual results indicating ketonaemia and hyperglycaemia.
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A 30-year-old women was admitted to hospital as an emergency. Approximately 12 h prior to admission she had ingested an estimated 35 g of paracetamol (Acetaminophen). Analysis of a blood specimen taken at time of admission revealed a plasma paracetamol concentration of 2·1 mmol/L (317 mg/L), Plasma urea and creatinine concentrations were within reference values, sodium 140 mmol/L, potassium 2·9 mmol/L, bicarbonate 10 mrnol/L, glucose 2·7 mrnol/L and ketones negative by Ketostix™ (Miles Laboratories Ltd, Slough, UK). Three hours later, arterial blood gas analysis showed pH 7,02, PC02 16 mmHg (2,1 kPa), base excess -27 mrnol/L and total CO 2 4·3 mmol/L.
A blood specimen taken after a further 4 h showed a sodium concentration of 121 mrnol/L, potassium 4·0 mrnol/L, bicarbonate 6 mrnol/L and glucose 40-4 mmol/L. Testing of this specimen with Ketostix produced a strong positive reaction for ketones.
Discussion with the attending physician revealed that the patient was receiving an intravenous infusion ofN-acetyl cysteine in 5% dextrose into one arm for treatment for paracetamol overdose, whilst the metabolic acidosis was treated by a sodium bicarbonate infusion into the other arm. The blood specimen in question had been withdrawn from close to the site of the N-acetly cysteine infusion and was presumably contaminated by the infusion fluid. From the Correspondence: Mr D F Davidson. apparent plasma glucose in this specimen, it was estimated that the plasma N-acetyl cysteine concentration would be about 5 mrnol/L, An aqueous solution of N-acetyl cysteine, 5 mrnol/L, produces a strongly positive reaction for ketones by Ketostix. This reaction can be shown to be falsely positive if the colour of the test strip is removed by the addition of one drop of glacial acetic acid.' The minimum concentration of N-acetyl cysteine which produced an unequivocally positive result was 0·5 mmol/L, We have also observed a clearly positive reaction for ketones by Ketostix in plasma from uncontaminated blood collected from another patient who was receiving N-acetyl cysteine infusion, 100 mg/kg in I L of 5'1'0 dextrose over 16 h. This reaction was also shown to be falsely positive by the method used above.' Subsequent uncontaminated specimens collected from the first patient described above confirmed that she was neither hyperglycaemic nor ketonaemic, but in fact had a severe lactic acidosis which was later complicated by severe hypoglycaemia. The observed combination of apparent ketonaemia and hyperglycaemia, particularly in association with metabolic acidosis, could have led to inappropriate initiation of therapy for diabetic ketoacidosis. Such therapy would have been particularly hazardous to the patient reported here as she was already at risk of hypoglycaemia secondary to paracctamolinduced acute hepatic failure.
